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T SRR A TR T AT R R/ — 0 F LIEIRA AR AR vBeE BB HE
ek BEHRER B o B AR RGN ) B g £ TR IR R R REAR
Atk R B o SRR BRI T S TR A B T AN S E - R THE %
ik LAE S AE T E A ey By 0 flde ¢ JE#A B BR A4S R B 4 (nonsteroidal anti-inflammatory
drugs, NSAIDs) ~ 46 5 $1JE 56 5 4R 35 - B 2402384  abek 38 - B 3 & Wik R il 52 BE 15
REE - FR - AF LIRS EY 0 #lde ¢ S-hydroxytryptamine 1F (5-HTI1F) % 8 &
A ) VA R 45 2 A48 B AR B K35 40 ] (calcitonin gene-related peptide antagonists, CGRP) » & X#§

43 33 o BT ARG R A TR 1 SR 0y B o

Bt - (REER (Migraine)

5-hydroxytryptamine 1F 88{EF % (5-hydroxytryptamine 1F receptor agonists)
FEEE=MERAE F B IEIE (Calcitonin gene-related peptide antagonists)

il

Hil

ffm SRR 12 A S LY A SRR L — B
T I8 B G JFR 2 7 49 FH 5F — B (The International
Classification of Headache Disorder, 3rd edition,
ICHD-3) iR B /At lt Ty 15 388 PR B 0 » 2R3
o BRI EN P S - POMBRERE R EE ' .
W B IR SR S PEREIE L ~ MM ~ 5R0% -
BE R - B BURE R B o B IERE AT
Rl 4-72 /NI - HUEB) ~ BSERYRE e i@
e R EESR - REER AT AE B ey Bl AE IR
(FFy “SEJR” ) tHER - W 25 By - Hi
A RESE B BGEE) T AT o R SRR ] 43 e W
FER - — R RTEIRIREER - @ — AR ER

TR RS I P BE AR R R TE R » — Ry THIRAR
SEYR Y = RS R R AR B AE AR + 3 AR
T T B IR AR SRR IRE 3R » B0 A th e QR
SIE A AT 8 N R B 8 H A T BRE AR 8 (prodromal
phase) » J / B¢ 5H Jid 4% il 2 £ B9 & B E 1 1
(postdromal phase) ° HilBiEARFIER IE & EL A TS
JITUESUR T ~ B8 - BiF R HIRY - X
TR ~ 7 RS FISES (e Je / B 2

KEIH 12% A AREERER - = 1-2%
ANEEEERERE - 8iE T HREBARER
15 RHEFFHE=MEA ? » KK 10% B9 AHRERE
fmSER B R B 2V R B N HE H 15 K B
SMmIEFEZC MELE B2 (17% vs. 6%)* © T UEE
n] o3[ E% M R BESE (episodic migraine) FITE 1R

WEEA  RARIT WAUR - LT AE BB 289 3 A ARBRMEEAG AT BIRESE
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SHJR (chronic migraine) » [ 2% M R BH IR € = 5
FHERRE/NA 15 X 1@ RIERRREH
KINER 15 R R ER RS 3E A - fRoE
A 8 H O Sy - I B algE sl Ak TAE
REJ - BECKEM TIERHMA » REHZ XK
AR =2 el - REER AR At rlHE
SN E I8 OF 25 RE Ry EBs - 140w R 6
(eclampsia) °

ffm BEFR TEI BLIE R H RiE T BRI 16 2
Yy o WSS ZAERI LKL (calcitonin gene-related
peptide, CGRP) & —THiiffEEYE » &7 [#LIH
1S L1 A 9 e 1 3 R BERG » T #E FHRH BT CGRP
VAR FER AR SE S » 3B 2% 14 R BEFe B 18 1 1R
SE R A TP AR - 1T SRR 15 B Y BT 2E Ry
serotonin 5-HT1F SZ#a{ERIA] » HEHGEEEEH R
S IRIEREIA R AL -

RIEEIRES

s BEFR A B i 1o R 58 A TR EA - (EL{DLF- B/ )N
B IR 1L/ &7 R A = SR 2 R B 7TRE
TR IMAETE AL (vasoactive peptides) ° HA(
NAFTR8 Ry PR Y 288 A T 3 i = S AR I R
(trigeminovascular system, TGVS) FY 1 I 2%
AR - EECRHEE BRI IRE R ~ = SO
FIEE = X % (trigeminal nucleus caudalis) #HEX °
TGVS 1E K F 8 MM R A = Z2 8] ol - HAakEE
Ry BRI BSERTR © o = i RS
ARAE TG AL S e S B T TR R e R - Bl -
CGRP ~ substance P * neurokinin A EE M E R
FORERSRRIMAE SN - BB IR ST ° -

HellmREBE 3R (F e R

H Rij S 16 77 o FH 259 H 9 1E R IR 58
R EAER R EAR IR © - 159K
ffm SR Re 3 S DE TP IR R B R A S
TF » R EEIR A VA R 7 A i 2 A R
HIEEY) - B4« JEEEEIRET1EE 2 3EY) (nonsteroi-
dal anti-inflammatory drugs, NSAIDs) ~ 18 FrEdJE
AP BRI EE ~ Lk dEEEY) IR EE - R
Vi S 115 22 R F RIS - —Mieskas - iR
i BB 98 2 4 m] LAf# A acetaminophen ~ NSAIDs

R RIT

{678 » 1M triptans ~ dihydroergotamine HI] FH A5

EETNEIay RIEbERRY Moy

BT ] 77 P P A e 2 1 A B s TG 1 2
G BEY)A] 71 By B-blockers ~ AT EDY) -
$5 1 7 FH 7 70 (calcium channel blocker) » $T 5
B ~ FRMAEIRRD IR R EEY) - AB IR R R
HgEY) - Hrh > propranolol 388 Sl E - H
BIVE AR 2 RS — G - valproic
acid ~ topiramate ~ flunarizine I amitriptyline Z£
Ry o IR o HAMMHESEY RN LI gEY)
s i - B RIER RN EREER
(botulinum toxin) {FEHTEE topiramate * HK A &
FARATER P 2 M R EERR T i R EE 7 - & R 5
- BELE ] FH A i B R TRV o i m R BRI 1 11
S LR B HE AR 4S8 R I FEE R
70% B9 A M flunarizine 158 i 2% {F X #HH
A 7 o T AEIE R A — A E
FEE (Clostridium botulinum) i 2 2B 1) —Fe i &
PR R ER BB 18 M R B
R TERG AT REA R - LLEE P 16 95 IR SE R Ay p i
HIRTABH 7 o FHF mERiia Y SE 8 2 (7 FERR 18 7
AR ERER 3 S OHE - SEYRIEITER ~ 329
O FH LRI A B S5 1 5 RO IR 22
HETTE AALEHE 510 o E R HIZRIEHE R TE Y S8
TR EEYIRERS AR — -

{REERA A PERYFEE
5-HT1F X EEERE

5-HT1B 2 feE e M4 efe » I 5S-HT1D/1F
J 5-HT1B SZ AR IE RS sy e 1
ergotamine Z ¥/ 1 58 I8 1 FH /& HH A E A6 1%
1€ 5-HTI1B ~ 5-HT1D F1 7] 2 7F F 1E = X 8
K4 5-HTIF 52 #& ' - triptans HIl 5 7F A 15 1
f£ 5-HTIB ~ 5-HTID 52 #& 13 » HH A ergotamine
B¢ triptans {E F G MEAE S-HT1B 32 18 € 3 B 1
Wk » HIGE £LBEY 2R S R A O I SR R 9
A+ ZEYIYERIAE 5-HTIF 2 #4186 % 5-HT1B
ARG A RS 8EY) » Q] DI ARGREEH
NG DIMEBERIRA
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lasmiditan 5& serotonin 5-HTIF 52 #& /£ F
- ROk EH RSk mRERGEE RN 18
—{E 28 = HbEs ik 5 SAMURAI TFFEIGH 2231
B BETE S RER B E 4/ A RS
2 IR B2 5% 100 mg ~ 200 mg B 22 R 7+
R BIAE 200 mg FH + 769 1% W /N E A% iR
3 (headache-free for 2 hours post-treatment) £y
32.2% » MR 100 mg #HZ IGHE & 2 /NEFIK TR
RS By 28.2% » AEZEYIAS RIS RERD 73 HIES Foie
FErhE s K% R UE R (200 mg fH ¢ 16.3% 5 100
mg £ : 12.5%) ~ F 55 ~ BEL ~ BB S g
B 15 o lasmiditan SR HE 2 AN RS B 7 B4
20 KR R B EERYEEw - FHERFRE Ry
FEBRF R Ry 1.5 28 2 /N 1€ o 5340 » SAMURAL
WEFRHAR T 77.9% % HE R HE —E L .0
[IIN=9EA PSR (SR IN=8 27/ RN Y a A Lt
B3 BB B 1 Bl BhERAR - I JEEE L I
FERE R RS HE ' o 53 —TiF o h 2 = ARG 358
SPARTAN HIlJZ 8l SAMURAI WF5eHE AHILITZER%

*— : BRrSEREREEEY '

it (HEIUHYA lasmiditan 50 mg fH » BFFEmi%
G BB SAMURAT AE{L 17 -

1 2019 £ 10 HEE R MZEYE )R (Food
and Drugs Administration, FDA) #% #£ [1 i las-
miditan FIfR A R AYSE VAT » lasmiditan
HIRTEETR & R —2R 50 mg - SHAFERI R IR HE R 2%
1E » FARFEE B H TR £ 2 %I%
fE » BIE I REFE ZEMY N2 100 mg B 200 mg » {H
£ 24 /NFFAAN AT R i — 1

TRFL RERTR AT EE

CGRP T {mERmARIEEIE(EA

F¢ $75 32 AH B 2L (AT L (calcitonin gene-related
peptide, CGRP) 7Effw SH < i B 4= B F HLAG &
TR 1S o (RS SRR B R IR o A R A
JE iR SRR — HE A ik - A ERINE
AP IRFIK RS R B M - IR B 6 IR
HH Y CGRP ZK ST » i H A SE R 16 7 42 9)

41 serotonin receptor agonists * ergot alkaloids 5

ZEY) TEFIRE B R AIEIE
NSAIDs Inhibition of the synthesis of prostanoids; cyclooxy- « WELLEREH: ~ JH(EAE ~ 1875
(nonsteroidal genase enzymes (COX-1 and/or

anti-inflammatory drugs)

Ergotamine and
dihydroergotamine (DHE)

Triptans

Opioids

Antiemetics
(metoclopramide, prochlorperazine)

Beta-blockers
(metoprolol, propranolol, timolol)

Antiepileptic drugs
(sodium valproate, topiramate)

Calcium channel blocker
(flunarizine)

Botulinum toxin type A

COX-2) inhibitors

1. Agonist to: 5-HT -1B, -1D and -1F receptors; D
-1, -2, dopamine receptors

2. Partial agonists to alpha -1A, -1B, 1D adrenergic
receptors

Agonists to 5-HT-1B,1D receptors

Agonist m opioid receptors

Dopamine receptor antagonists
(at D1, D2, D3 and D4 receptors)

Beta -1, -2, -3, adrenergic receptors blockers

1. Sodium channel blockade
2. Calcium channel blockade
3. GABA agonism/potentiation

Selective calcium channel blocker

Reversibly blocks the presynaptic release of acetyl-
choline and other neurotransmitters from cholinergic
nerve endings, resulting in muscle relaxation

o WEL ~ MEH:

gZuq

OER 5T T1EZ ~ WAL
P e ~ ok

o (RS - HE WL

o S5 RN S EE LI - B
BRZ - WL
LB~ (M - L - 1
W SRR VPR RE -
55 - IR ~ B
oL UG S 0 - TS
B~ L ~ (1%

o B BEENIN - MR~ TI
KIEE ~ B - BEREARIMEREE
SHERAR ~ MUAEEST ~ IREZE
e~ R A
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BEYIHI R EL 2 B R EER T CGRP I B & H
B+ Pt L CGRP #5408 25y i SER THEG Bl G
FEHYEEE T -

CGRP 52— 37 flE i HE B A ik 22 35 K
K HAMNEIME R - ELLo & B RSB
aCGRP & 3= B AE = S Ifil 8 5 e i W sk %
o B RN E G MR - CGRP 2K
JES OB IS 1M %2 (dural vessels) BY A 2 UM AE # 5R
P10 CGRP F i = S I {2 0 14 I A I
B AR A R A LR LU CGRP 2 A%
VA AAERY MAE &FIRAV ST 18 = MAE Y
RIS CGRP IR > » 177 CGRP HYRESCAT
REer S |0 SR B Y RS 28 1E 21 > 5 —TE T
% % B A R SEFE 2 F A SR SN AR I H CGRP
7K ST 22 o 53—l fF 50 2% B A SEDR 1 JE
fi FH serotonin 1B/1D 3z #&{FHI | sumatriptan 7]
DU 1fi A F+ &5 19 CGRP PR 16 1IE | 2 > 38 o
triptans FJREHR 432t FHET CGRP Bk 5 il i
UEYF - 8 SEIF SRR AE E CGRP HYREINAE fm BE
BB EE AN - EHF LR
7RPHER CGRP #8H CGRP 32 &5 H 7 2 & B ik
PUREEFHAE CGRP X CGRP 8 EL ARGl By B 3K
TG S TR SRR T SR 2 o

CGRP receptor antagonists

(Gepants)
Gepants s2/]N77F CGRP 05T - H
FA RT3 1 A ZE A 1 AR R PR 3B 2 - B Rl

— X Gepants YL RGBS (E/EHETTH » Gepants
RS NIIN=RIE i LS PN ) A S PINI IR =2 S T
&5 = H triptans ZHEEYIRYNE A » Gepants 1]
DUEAFIGRERFT S - HAi#tEE] FDA %k
CGRP Z #5917 (Gepants) 5 Fi%E ubrogepant
(2019 %2 H ) I rimegepant (2020 £ 2 H ) - {H
=K R mE H e te il e R i ] ~ B —3%(F
BT 20 R R AR T R 2k e 2 SE MY
LAk B2 -

— ~ Ubrogepant
ubrogepant 4% BF 5% F iR S 1 1R SRR 9 76
W AE—26 2b WIFE B T L R A H IR B T

R RIT

% ubrogepant (1, 10, 25, 50, 100 mg) B 27 5 7]
A P R B 42 2= 7% > ubrogepant 100 mg £ /iy /)N
7 e 4% i 3R (2-hour pain freedom) 28 3% 18 f*
LR (25.5% vs. 8.9%) ¢ BEYIA K fE L2
RERIFEL » B RAVEEY) AR RIS R 1157 ~ W
O~ R55 ~ UHE BB O o fE R TEEE = 1A ER
(ACHIEVE I, ACHIEVE 1) 87 75 7 Jf #% fif 3R
(pain freedom rate) ~ AREE R /NFF % 5 HE A B HE
ARG 2 (absence of most bothersome symptom at
2 hours) EFEAZE EN LR - T EEYIA RIS e
AR < 5% » TR BUE R 213 A= TG it
filg 7l > H ALT ~ AST Wi R > 3 {5 IEHH
ERRCT s pRAh - IMIEHENSRI R ARG > 2 f51E
W E B IR R MU R s gE Y5 [RE T Bk 18 5 0 15

ﬂ2232 °

— » Rimegepant

1E—EE T LR RS - PL A [F] A
H rimegepant B sumatriptan 100 mg 52227
JRVGHE S R SRR Y R 2 1 - B SE R
1E rimegepant 75 mg (31.4%) ~ 150 mg (32.9%) *
300 mg (29.7%) sz sumatriptan 100 mg (35%) HY
W/ INRF TR i e R B = R 2 R (15.3%) © AE
YA R I FERI] rimegepant BLZ2BRIBIAHL - B
T AYEEY) A R T W I R ] &R 1 -
WA B3 AR BT FR B T HE U5 R T
HAH LR=% - 5340 TEmEE =SS
B o IR R PR BB b - 4l rimegepant 75 mg
P A S i BRI A B8 S Bl e A 1 - BF R AR R
rimegepant 75 mg Z W/ NRFEIRAR R EHZE B R
LRI HEEYIAR RS e B2 R AR > -

=~ Atogepant
atogepant & Hij IEAERFZE R TEPG IR SE ) -

TE—MEES 2b/3 HZ FERE SR ~ S5 LR IR
MIFATIFSE ° » A ZAE REHE 4-14 KA
i H » L 834 (1A EFENE 73K £ atogepant
(10 mg QD, 30 mg QD, 30 mg BID, 60 mg QD, 60
mg BID) Je Z R - 1695 1258 - BB E
atogepant {5 5EAH B FE R BE 3 LB 20 R 7 RS 2
fim SE R K B - BEVIE AR BEY) A R ERY
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B LR Ky 20.6% e L2 BEYIR B E Ry
WL~ SRS ~ EERL - _EIPIRGE RS SR A
VAPR B R GE  IL775 B R s 7 - A 1
%1 AST/ALT EFt > 3 f5IEHERY _EBR 36 - FIE
55 = B R 24 B B4 atogepant P A TH I 16 9%
ek 20 1 BB 110 22 2 o L 2 M P S E IEAE S A T
o 3537 Rk — S HURTAS -

CGRP monoclonal antibodies
2018 £E3E[ FDA #tiE =% CGRP BERPTHE

435 By erenumab ~ fremanezumab ~ galcanezumab
FIRTEBGIGE R EEYR - 55 —18 CGRP Bk TR
eptinizumab Ry FFARIES HIAY - H AT =HHF5E
IEEHETH (FRD) o UN RIS #8 erenumab »

fremanezumab ~ galcanezumab ZEVJHIRIFSE -

— ~ Erenumab

erenumab Fy— AJHAY B MR PURE 0] B CGRP
FEE WS PIHIIRES i » FDA i H @ FESE Ky
TE7 76 7% P 2% 8 R BEUFe B 12 M IR R+ AE 6 {8
H IS = HAWF%E STRIVE K 3 i A /Y58 = Hut
9¢ ARISE 1 » HFF{H erenumab A Pl 2% 14 R
UEF R (4-14 RARUESE / H ) 0% - 18
ARISE # B8 A & H 8252 52 T i 4% erenumab
70 mg B LA - SR STRIVE &5 I 43 5
= By B H $ 32 B2 5 11 4 erenumab 70 mg
140 mg B4R » ARISE B¢ STRIVE ¢4
1E erenumab 70 mg #H bt 22 et 71 A= [0 A B
o FEMERYAER 353 o SRR A $232 140 mg B
70 mg FHEL - fREERRVSERUGE H % - HRHH
Z BN AME FRER - A - REE B
HH7R erenumab [FEARK T K] 2l IR B8R 2% 1F m B

R _ : CGRP S BEFARTARS MR 1 (RIRE

FH ergots BX triptans Z£¥7 5 FH R ¥ - %84
M J71H » erenumab ELZZ R E AL » erenumab
5 LA RIE F e 5 50 A7 (9 g B (e i 3839 »
erenumab .75 2% A > (5 F 25 F 7 96 5% M A
AR B  (HER LR A Z BITE A
B o F — {8 R 1 12 38 A9 55 3b WA BIF 5%
LIBERTY - HLUF5E5FA T erenumab 140 mg B
LRI FANIGHRE 2-4 RIARGIG R 2 1 R SEE &
Hgs A+ iR EERIR A B H IR SRR 2 7F R B
Je A5 s SR BE YA R S ME IR BRI R B T

e <

— ~ Fremanezumab
fremanezumab JFy— AJEIYBERTIRE RS &

CGRP 43T I K FH CGRP #% 4 2 CGRP 3% %
b > FDA 8% of 55 R i Ry T B3 76 7 o 28 1 (i I
I B 18 1k R SRR - A — R 0T 12 SE Y 55 =N
92 HALO-EM - F1d fremanezumab ¥ AP 25 14
RSB ARIRER (6-14 KU KB » BALE
28 K 4 K2 G TELH T fremanezumab)® -
PEWFSEEEAE T 225 mg/ H ~ 675 mg/3 i A B1Z
BB SERUOB R g H RS R 8 #5R
BEORAE 225 mg/ H B 675 mg/3 E H Hb2e R B
¥ T REREERE R AR - & RAVEITEH Rt
N ER A KR © fremanezumab HAG WS FH A i 2%
A AR R MR SRR A (8-14 K/ H » il
FE A AL B F 5 B HALO-EM i B AH
L - H 225 mg/ H B 675 mg/3 il A i BI4E
PRl R g A R S

=~ Galcanezumab

galcanezumab fy— AJHAYHPRPIHE - A B

CGRP BfRpiHE FH: i BIEH
Erenumab S TH AR AR B 140 mg 2%, 70 mg/28 K e REHVAZ ST
Fremanezumab JZ T THACE AR S 225 mg/28 K 5 675 mg/3 @ H ST KR
225 mg/1 fé# H
675 mg/3 il H
Galcanezumab 2N A H EE AR RLAATHI & 240 mg » ZIRAEFFHIE 120 mg/28 K EBTEBAIE
Eptinizumab AR WsE A T e IEA TR
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CGRP P #8485 &5 7€ 1M #0#] CGRP B2 CGRP 2 #4
FEE » PDA R 008 iy TR 36 P Bl P 2%
4R SR o galcanezumab FH 72 7 7 F 2% 14 ff 5
i (4-14 RIRUESE / A ) BRI 6 6 3 B9t
5%+ Jt 35 EVOLVE-1 A1 & Bk EVOLVE-2%% -
EVOLVE-1 1 EVOLVE-2 #J] 44 %l & #& T 240
mg ZBEHE KT 120 mg BiE 240 mg » BIZ
RUBIAHEL - 7E 6 M8 H IR BE W SC Ay S SRR TR
WA FE A & B PR REER I B AR - HERTE
WA SEAH & 2 [ R I 22 1 HR
FLEEYIEIVE R Ry PE ST BRALEC = IEAh - =k
SEYIY 5 F A SRR A 1 R sk A 4445«
EVOLVE-1 fll EVOLVE-2 HY [ {8 8 5 17 5 1%
Sy T EERAE 26 —18 H RIEE A H #1281 s e R
AlHEEEE 50% DL L A Re R AR — A
S5 T H BEAEEE K ERN B Y BFg
R 1/3 B9 B #2120 mg B 240 mg F|
# 100% RIEFRF KRR ER—EH - (HEF 2
1E75 8 H 8 5 IR a2 =8 H A 5EZE] 100% X
},T‘;E: 47 o

EEFIAA S CGRP VIR s —
THEA R BRI RV EEY) - JRIRIE AR S ~ i K
2 VRS DU R B M — #R 25 ) LLi Y
Hdg - SR - CGRP FEHUAI T LU A 824G
22K A RSB R B R E M R e Mk
32 55 FH At A EE Y I S s i LU g H
AR FHTEIG 25902 - CGRP F5HURIHIE & BRAYTAHE

JEE 4
e

& &

AT EE 2K+ i BEL IR O RIF 92 8 R AT TR OK B3
fR& » CHAEBUR PR 1 fif DU #ER B
TR T S THG S a R m R - R DU R
SEV) I I RISAR R BRI RITE T - R AR
RO

FIZSBEZREF AT (Conflicts of interest
statement)

AN EE AN A AT TR T 2€ -

ElE |

AR 5% i 8 2R U R i 3K V7 B Tt [
EAZALE P BB FeET E (FR9E : TCRD-
TPE-109-19) °
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Migraine is one of the most common neurological diseases. The common symptoms are headache, accompa-
nied by nausea, vomiting, photophobia, taste and sound sensitivity. The current medication for migraine treatment
is to reduce the frequency, severity and duration of migraine attacks. The treatment of migraine is often combined
with prophylactic treatment and early interventional acute attacks. Early treatments for migraine include many dif-
ferent classes of drugs, such as nonsteroidal anti-inflammatory drugs (NSAIDs), opium and non-opiate analgesics,
barbiturates, antiemetics, ergot alkaloids, and serotonin receptor agents, etc. In recent years, many new drugs have
been launched, such as 5-hydroxytryptamine 1F (5-HT1F) receptor agents and calcitonin gene-related peptide
antagonists (CGRP). This article will introduce these new drugs to treat and prevent migraine. (J Intern Med Taiwan
2020; 31: 325-332)



